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What would you recommend for a treatment naive pregnant patient who experiences an acute-flare up of 
eczema on her face? 


Select one: 
Desonide -vV 7 = 
0.05% Rose Wang (ID: 113212) this answer is correct. Desonide 0.05% cream is a low- 
ean potency topical corticosteroid, which is first-line in pregnancy for acute flare-ups. 


Betamethasone valerate 0.1% cream % 
Tacrolimus 0.1% ointment ® 
UVB phototherapy * 


Marks for this submission: 1.0/1.0. 


TOPIC: Atopic Dermatitis 


LEARNING OBJECTIVE: 
To learn the basic treatment principles of atopic dermatitis (AD). 


BACKGROUND: 


Atopic dermatitis (AD), commonly known as eczema, is a chronic, pruritic, inflammatory skin condition. In 
addition, it is possible to develop a bacterial infection in the area affected by AD. Approximately 20% of 
children and 10% of adults experience eczema. 


The etiology involves skin barrier defects and dysregulation of the immune system. The diagnosis is based on 
clinical signs and symptoms. AD is characterized by erythematous, xerotic (dry), scaly papules and plaques. 
The distribution of lesions may involve the face, periacular, neck, flexor and extensor regions. Symptoms 
include pruritus, dry skin, edema, excoriations, lichenification, and oozing. In addition, itching associated with 
AD often leads to discomfort and poor sleep. 


For treatment, minimum twice-daily application of unscented, non-irritating, pH-balanced, and 
hypoallergenic moisturizers and immediately after baths or showers is recommended. This is to repair the 
defective skin barrier. Warm rather than hot water should be used for bathing. Daily moisturizer use has been 
found to reduce the incidence of AD flares and the need for topical corticosteroids (ICS). 


Environmental irritants include wool, dry heat, solvents, detergents, and perfumes, so these triggers should 
be avoided as much as possible. 


Several types of moisturizers may be used. Occlusive agents (e.g. petrolatum) prevent water loss from the 
skin barrier. Emollients (e.g. ceramides and linoleic acid) work by enhancing skin flexibility and suppleness. 
Humectants (e.g. urea, glycine) draw water from the environment onto the skin. The choice of therapy 
depends on patient preference, tolerability, cost, mechanism of action, degree of AD severity, and affected 
location on the body. The Eczema Society of Canada has a Seal of Acceptance program, which allows 
products that have undergone a formulation review by dermatologists to display a seal on their packaging. 


Topical anti-inflammatory treatment is the mainstay of treatment for mild-moderate AD. TCS are first-line 
therapy and TCI (topical calcineurin inhibitors) are second-line therapy. Combining TCI and TCS does not 
appear to confer benefit over ICS alone. 


TCS decreases inflammatory mediatory activity. Although often prescribed for twice-daily use, once-daily 
application is just as effective and may minimize the risk of adverse events. The potency (ie. low, mid, high) 
of TCS depends on body location and lesion severity. In general, low-potency TCS should be used for actively 
inflamed areas of the face and intertriginous folds and mid-potency TCS for other parts of the body. High- 
potency TCS may be used for thick lesions or areas of the palms and soles. If the lesion does not improve 
after 2-4 weeks of daily application, they should be referred to their primary care provider or dermatologist. 


TCS adverse effects are rare. Topical side effects may involve skin atrophy, striae, rosacea, perioral dermatitis 
may occur. Periocular use can result in cataracts and glaucoma. Systemic effects may involve HPA 
(hypothalamus-pituitary-adrenal) axis suppression but this is very rare with the use of topical agents only. 
The risk of adverse effects depends on the skin location, as well as the potency, frequency and duration of 
TCS use. 


TCI are an effective alternative to TCS therapy. TCI are nonsteroidal immunomodulators that reduce 
inflammation through inhibition of T cells and inflammatory cytokine production, In terms of anti- 
inflammatory action, tacrolimus 0.1% is considered equivalent to a mid-potency TCS. Tacrolimus 0.03% was 
not found to be as effective as a mid-potency TCS but was found to be more effective than a low-potency 
TCS. The clinical role of pimecrolimus 1% remains unclear, as it was found to be less effective than mid- and 
high-potency TCS and there is an absence of key head-to-head studies with low-potency corticosteroids. 
Although second-line, TCI have a favourable safety profile and are often used off label as steroid-sparing 
therapy. The adverse effects of TCI include transient itching and burning sensations when applied to lesions. 


For patients with moderate-severe disease refractory to topical therapy, narrow-band UVB (wavelength = 311 
nm) is the most commonly used phototherapy. It should be administered two to three times per week. 
Adverse effects include erythema, burns, photoaging and increased skin cancer tisk. 


If phototherapy is contraindicated, currently available systemic agents include systemic corticosteroids, 
cyclosporine A, methotrexate, azathioprine and mycophenolate mofetil, Other than systemic corticosteroids, 
these are all used off label for AD. Cyclosporine A is an immunosuppressant that acts as a systemic 
calcineurin inhibitor. Adverse effects include hypertension, renal dysfunction, and increased infection risk. 
Methotrexate, azathioprine, and mycophenolate are antimetabolite immunosuppressants. Adverse effects 
include hepatotoxicity, cytopenia, and increased infection risk. Furthermore, methotrexate should be used in 
conjunction with folic acid supplementation to reduce the risk of hematologic adverse events. 


In patients who experience significant sleep impairment leading to daytime disruption, adjunctive treatment 
with first-generation oral antihistamines (e.g. hydroxyzine or diphenhydramine) may be used. 


In pregnancy, moisturizers remain the mainstay of treatment for prevention and mild-moderate topical 
corticosteroids for flare-ups. UVB and TCI are second-line therapy. Systemic agents should only be used the 
most severe cases after careful discussion and require close monitoring, Methotrexate is contraindicated in 
pregnancy. 

The goals of therapy are to control dermatitis and pruritus, prevent flare recurrence, minimize adverse effects, 
and minimize non-adherence. 


Referral to a primary care practitioner is necessary if AD remains unresolved despite appropriate therapy, 
there is evidence of an infection, there is significant psychosocial disruption (e.g. poor sleep, compromised 
ability to attend school or work), there is a frequent recurrence of flares, or there are concerns regarding 
adverse effects. 


Table 1. Outline of available treatments in atopic dermatitis 


Type Class Examples 


Low-potency 
+ Hydrocortisone acetate 1% cream/ointment 


+» Desonide 0.05% cream/ointment 

Mid-potency 
+ Betamethasone valerate 0.05% or 0.1% cream/ointment 
+ Mometasone furoate 0.1% cream 


+ Hydrocortisone valerate 0.2% cream/ointment 


Topical Corticosteroid High-potency 


+ Fluocinonide 0.05% cream/ointment/gel 

+ Mometasone furoate 0.1% ointment 

+ Desoximetasone 0.25% cream/ointment/gel 
Very-high potency 

+ Betamethasone dipropionate glycol 0.05% ointment 


+ Clobetasol propionate 0.05% cream/ointment 


Halobetasol propionate 0.05% cream/ointment 


Tacrolimus 0.03% ointment 


Tacrolimus 0.1% ointment 


Topical Calcineurin Inhibitor 
Pimecrolimus 1% cream 


Narrow-band UVB (311 nm) 


Broad-band UVB 


Topical Phototherapy 


Psoralen + UVA photochemotherapy 


Systemic Corticosteroid + Prednisone 
Systemic Calcineurin Inhibitor + Cyclosporine A 

+ Methotrexate 
Systemic Anti-metabolite + Azathioprine 

+ Mycophenolate mofetil 


RATIONALE: 


Correct Answer: 


* Desonide 0.05% cream - Desonide 0.05% cream is a low-potency topical corticosteroid, which is first- 
line in pregnancy for acute flare-ups. 


Question 2 
10:51145 


Incorrect Answers: 


Betamethasone valerate 0.1% cream - Betamethasone valerate 0.1% cream is a mid-potency topical 
corticosteroid. When applied to the face, low-potency topical corticosteroids should be tried first. 


Tacrolimus 0.1% ointment - Tacrolimus 0.1% ointment is a TCI, which is second-line compared to 
topical corticosteroids. 


UVB phototherapy - UVB phototherapy is second-line compared to topical corticosteroids. 


TAKEAWAY/KEY POINTS: 


In pregnancy, first-line therapy consists of moisturizers and topical mild-moderate corticosteroids. Second- 
line therapy consists of UVB phototherapy and TCI. Systemic therapy is a last resort, and methotrexate is 
contraindicated. 


REFERENCE: 


[1] Wong ITY, Tsuyuki RT, Cresswell-Melville A, Drucker AM. Guidelines for the management of atopic 
dermatitis (eczema) for pharmacists. Can Pharm J (Ott). 2017;150(50):285-297. doi: 
10.1177/1715163517710958. 

[2] Weinstein M. Atopic Dermatitis. In: Compendium of Therapeutic Choices. Ottawa, ON: Canadian 
Pharmacists Association. https://myrxtx.ca. 


The correct answer is: Desonide 0.05% cream 


THE NEXT 4 QUESTIONS INCLUSIVE REFER TO THE FOLLOWING CASE: 


ECis a 16 year old female who has had a flare-up of itchy, bumpy, dry skin two days ago. It is confined 
to her forearms. The flare-up started the day after she used her new soap. She is otherwise healthy 
and has noallergies. 


All of the following are appropriate non-pharmacologic recommendations to make, EXCEPT: 


Select one: 
Use warm water rather than hot water for bathing * 
Switch to a different soap as this new soap appears to be irritating to her skin % 
Apply moisturizer at least twice daily and immediately after baths or showers * 
Avoid using occlusive agents, ¥ f 
RS BAe Rose Wang (ID:113212) this answer is correct. Occlusive 


for skin healing agents, such as petrolatum, prevents water loss from the skin 
barrier and is effective for AD. 


Marks for this submission: 1.0/1.0. 
TOPIC: Atopic Dermatitis 


LEARNING OBJECTIVE: 
To learn appropriate non-pharmacologic recommendations for atopic dermatitis. 


BACKGROUND: 


Atopic dermatitis (AD), commonly known as eczema, is a chronic, pruritic, inflammatory skin condition. In 
addition, it is possible to develop a bacterial infection in the area affected by AD. Approximately 20% of 
children and 10% of adults experience eczema. 


The etiology involves skin barrier defects and dysregulation of the immune system. The diagnosis is based on 
diinical signs and symptoms. AD is characterized by erythematous, xerotic (dry), scaly papules and plaques. 
The distribution of lesions may involve the face, periocular, neck, flexor and extensor regions. Symptoms 
include pruritus, dry skin, edema, excoriations, lichenification, and oozing. In addition, itching associated with 
AD often leads to discomfort and poor sleep. 


For treatment, minimum twice-daily application of unscented, non-irritating, pH-balanced, and 
hypoallergenic moisturizers and immediately after baths or showers is recommended. This is to repair the 
defective skin barrier. Warm rather than hot water should be used for bathing. Daily moisturizer use has been 
found to reduce the incidence of AD flares and the need for topical corticosteroids (TCS). 


Environmental irritants include wool, dry heat, solvents, detergents, and perfumes, so these triggers should 
be avoided as much as possible. 


Several types of moisturizers may be used. Occlusive agents (e.g. petrolatum) prevent water loss from the 
skin barrier. Emollients (e.g. ceramides and linoleic acid) work by enhancing skin flexibility and suppleness. 
Humectants (e.g. urea, glycine) draw water from the environment onto the skin. The choice of therapy 
depends on patient preference, tolerability, cost, mechanism of action, degree of AD severity, and affected 
location on the body. The Eczema Society of Canada has a Seal of Acceptance program, which allows 
products that have undergone a formulation review by dermatologists to display a seal on their packaging. 


Topical anti-inflammatory treatment is the mainstay of treatment for mild-moderate AD. TCS is first-line 
therapy and TCI (topical calcineurin inhibitors) are second-line therapy. Combining TCI and TCS does not 
appear to confer benefit over TCS alone. 


TCS decreases inflammatory mediatory activity. Although often prescribed for twice-daily use, once-daily 
application is just as effective and may minimize the risk of adverse events. The potency (i.e. low, mid, high) 
of TCS depends on body location and lesion severity. In general, low-potency TCS should be used for actively 
inflamed areas of the face and intertriginous folds and mid-potency TCS for other parts of the body. High- 
potency TCS may be used for thick lesions or areas of the palms and soles. If the lesion does not improve 


after 2-4 weeks of daily application, they should be referred to their primary care provider or dermatologist. 


TCS adverse effects are rare. Topical side effects may involve skin atrophy, striae, rosacea, perioral dermatitis 
may occur. Periocular use can result in cataracts and glaucoma. Systemic effects may involve HPA 
(hypothalamus-pituitary-adrenal) axis suppression but this is very rare with the use of topical agents only. 
The risk of adverse effects depends on the skin location, as well as the potency, frequency and duration of 
TCS use. 


TCI are an effective alternative to TCS therapy. TCI are nonsteroidal immunomodulators that reduce 
inflammation through inhibition of T cells and inflammatory cytokine production. In terms of anti- 
inflammatory action, tacrolimus 0.1% is considered equivalent to a mid-potency TCS. Tacrolimus 0.03% was 
not found to be as effective as a mid-potency TCS but was found to be more effective than a law-patency 
TCS. The clinical role of pimecrolimus 1% remains unclear, as it was found to be less effective than mid- and 
high-potency TCS and there is an absence of key head-to-head studies with low-potency corticosteroids. 
Although second-line, TCI has a favourable safety profile and is often used off-label as steroid-sparing 
therapy. The adverse effects of TCI include transient itching and burning sensations when applied to lesions 


For patients with moderate-severe disease refractory to topical therapy, narrow-band UVB (wavelength = 311 
nm) is the most commonly used phototherapy. It should be administered two to three times per week. 
Adverse effects include erythema, burns, photoaging and increased skin cancer tisk. 


If phototherapy is contraindicated, currently available systemic agents include systemic corticosteroids, 
cyclosporine A, methotrexate, azathioprine and mycophenolate mofetil. Other than systemic corticosteroids, 
these are all used off label for AD. Cyclosporine A is an immunosuppressant that acts as a systemic 
calcineurin inhibitor. Adverse effects include hypertension, renal dysfunction, and increased infection risk. 
Methotrexate, azathioprine, and mycophenolate are antimetabolite immunosuppressants. Adverse effects 
include hepatotoxicity, cytopenia, and increased infection risk. Furthermore, methotrexate should be used in 
conjunction with folic acid supplementation to reduce the risk of hematologic adverse events. 


In patients who experience significant sleep impairment leading to daytime disruption, adjunctive treatment 
with first-generation oral antihistamines (e.g. hydroxyzine or diphenhydramine) may be used. 


In pregnancy, moisturizers remain the mainstay of treatment for prevention and mild-moderate topical 
corticosteroids for flare-ups. UVB and TCI is second-line therapy. Systemic agents should only be used in the 
most severe cases after careful discussion and require close monitoring. Methotrexate is contraindicated in 
pregnancy. 

The goals of therapy are to control dermatitis and pruritus, prevent flare recurrence, minimize adverse effects, 
and minimize non-adherence. 


Referral to a primary care practitioner is necessary if AD remains unresolved despite appropriate therapy, 
there is evidence of an infection, there is significant psychosocial disruption (e.g. poor sleep, compromised 
ability to attend school or work), there is a frequent recurrence of flares, or there are concerns regarding 
adverse effects. 


Table 1. Ouiline of available treatments in atopic dermatitis 


[Type Class [Examples 


Low-potency 
+ Hydrocortisone acetate 1% cream/ointment 


+ Desonide 0.05% cream/ointment 
Mid-potency 
» Betamethasone valerate 0.05% or 0.1% cream/ointment 
+ Mometasone furoate 0.1% cream 
» Hydrocortisone valerate 0.2% cream/ointment 


High-potency 
+ Fluocinonide 0.05% cream/ointment/gel 


Topical Corticosteroid 


+ Mometasone furoate 0.1% ointment 

+ Desoximetasone 0.25% cream/ointment/gel 
Very-high potency 

+ Betamethasone dipropionate glycol 0.05% ointment 


+ Clobetasol propionate 0.05% cream/ointment 


Halobetasol propionate 0.05% cream/ointment 


Tacrolimus 0.03% ointment 


Topical Calcineurin Inhibitor e Tacrolimus 0.1% ointment 


Pimecrolimus 1% cream 


Narrow-band UVB (311 nm) 
Broad-band UVB 


Topical Phototherapy 


Psoralen + UVA photochemotherapy 


Prednisone 


Systemic Corticosteroid 


= ee ees = Cvelosnorine A 


Question 3 
10: 3148 
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Send Feedback 


systemic Calcineurin innioror 


+ Methotrexate 


Systemic Anti-metabolite + Azathioprine 


+ Mycophenolate mofetil 


RATIONALE: 


Correct Answer: 


* Avoid using occlusive agents, such as petrolatum, to allow for skin healing - Occlusive agents, such 
as petrolatum, prevent water loss from the skin barrier and is effective for AD. 


Incorrect Answers: 


* Use warm water rather than hot water for bathing - Hot water is irritating to the skin, particularly in 
individuals with AD who already have skin barrier defects. 


+ Apply moisturizer at least twice daily and immediately after baths or showers - Frequent application 
of moisturizers is the mainstay of AD prevention and treatment. 


e Switch to a different soap as this new soap appears to be irritating to her skin - This is an 
appropriate recommendation because EC experienced a flare-up after using the new soap. 


TAKEAWAY/KEY POINTS: 


In terms of non-pharmacologic treatment in AD, avoidance of environmental irritants (e.g. solvents, 
detergents, perfume) is crucial. In addition, frequent application of moisturizers is essential; different 
moisturizers may be used depending on patient preference (e.g. occlusive agents, emollients, humectants). 
Furthermore, hot water and dry heat should be avoided. 


REFERENCE: 


[1] Wong ITY, Tsuyuki RT, Cresswell-Melville A, Drucker AM. Guidelines for the management of atopic 
dermatitis (eczema) for pharmacists. Can Pharm J (Ott). 2017;150(50):285-297. doi: 
10.1177/1715163517710958. 

[2] Weinstein M. Atopic Dermatitis. In: Compendium of Therapeutic Choices, Ottawa, ON: Canadian 
Pharmacists Association. https://myrxtx.ca. 


The correct answer is: Avoid using occlusive agents, such as petrolatum, to allow for skin healing 


Upon further questioning, you determine that EC has been applying hydrocortisone acetate 1% cream 
twice daily for the past few weeks. She explains that she has noticed a slight improvement but wishes 
for further improvement as the lesions are still rather itchy. Upon physical examination, you notice 
that she does indeed have several lesions on her forearms. 


What do you suggest for EC? 


Select one: 


EC should increase har use of hydrocortisone acetate 1% cream to four times daily for another% 
month 


EC should get a prescription for tacrolimus 0.1% ointment twice daily and use it in conjunction with % 
hydrocortisone acetate 1% cream twice daily 


EC should switch to hydrocortisone ¥ 
valerate 0.2% cream twice daily 

because it is more potent than 
hydrocortisone acetate 1% cream 


Rose Wang (ID:113212) this answer is 

correct. Hydrocortisone valerate 0.2% cream is a mid- 
potency corticosteroid, which is preferred over low- 
potency corticosteroids for application onto body areas. 


EC should receive UVB phototherapy because it is likely to be effective given her clinical x 
presentation 


Marks for this submission: 1.0/1.0. 


TOPIC: Atopic Dermatitis 


LEARNING OBJECTIVE: 
To learn when and how to escalate therapy for atopic dermatitis. 


BACKGROUND: 


Atopic dermatitis (AD), commonly known as eczema, is a chronic, pruritic, inflammatory skin condition. In 
addition, it is possible to develop a bacterial infection in the area affected by AD. Approximately 20% of 
children and 10% of adults experience eczema. 


The etiology involves skin barrier defects and dysregulation of the immune system. The diagnosis is based on 
clinical signs and symptoms. AD is characterized by erythematous, xerotic (dry), scaly papules and plaques. 
The distribution of lesions may involve the face, veriocular, neck. flexor and extensor reaions. Symptoms 


include pruritus, dry skin, edema, excoriations, lichenification, and oozing. In addition, itching associated with 
AD often leads to discomfort and poor sleep. 


For treatment, minimum twice-daily application of unscented, non-irritating, pH-balanced, and 
hypoallergenic moisturizers and immediately after baths or showers is recommended. This is to repair the 
defective skin barrier. Warm rather than hot water should be used for bathing. Daily moisturizer use has been 
found to reduce the incidence of AD flares and the need for topical corticosteroids (TCS). 


Environmental irritants include wool, dry heat, solvents, detergents, and perfumes, so these triggers should 
be avoided as much as possible 


Several types of moisturizers may be used. Occlusive agents (e.g. petrolatum) prevent water loss from the 
skin barrier. Emollients (e.g. ceramides and linoleic acid) work by enhancing skin flexibility and suppleness. 
Humectants (e.g. urea, glycine) draw water from the environment onto the skin. The choice of therapy 
depends on patient preference, tolerability, cost, mechanism of action, degree of AD severity, and affected 
location on the body. The Eczema Society of Canada has a Seal of Acceptance program, which allows 
products that have undergone a formulation review by dermatologists to display a seal on their packaging. 


Topical anti-inflammatory treatment is the mainstay of treatment for mild-moderate AD. TCS are first-line 
therapy and TCI (topical calcineurin inhibitors) are second-line therapy. Combining TCI and TCS does not 
appear to confer benefit over TCS alone. 


TCS decreases inflammatory mediatory activity. Although often prescribed for twice-daily use, the once-daily 
application is just as effective and may minimize the risk of adverse events. The potency (ie. low, mid, high) 
of TCS depends on body location and lesion severity. In general, low-potency TCS should be used for actively 
inflamed areas of the face and intertriginous folds and mid-potency TCS for other parts of the body. High- 
potency TCS may be used for thick lesions or areas of the palms and soles. If the lesion does not improve 
after 2-4 weeks of daily application, they should be referred to their primary care provider or dermatologist. 


TCS adverse effects are rare. Topical side effects may involve skin atrophy, striae, rosacea, perioral dermatitis 
may occur. Periocular use can result in cataracts and glaucoma. Systemic effects may involve HPA 
(hypothalamus-pituitary-adrenal) axis suppression but this is very rare with the use of topical agents only. 
The risk of adverse effects depends on the skin location, as well as the potency, frequency and duration of 
TCS use. 


TCI are an effective alternative to TCS therapy. TCI are nonsteroidal immunomodulators that reduce 
inflammation through inhibition of T cells and inflammatory cytokine production. In terms of anti- 
inflammatory action, tacrolimus 0.1% is considered equivalent to a mid-potency ICS. Tacrolimus 0.03% was 
not found to be as effective as a mid-potency TCS but was found to be more effective than a low-potency 
TCS. The clinical role of pimecrolimus 1% remains unclear, as it was found to be less effective than mid- and 
high-potency TCS and there is an absence of key head-to-head studies with low-potency corticosteroids. 
Although second-line, TCI have a favourable safety profile and are often used off label as steroid-sparing 
therapy. The adverse effects of TCI include transient itching and burning sensations when applied to lesions. 


For patients with maderate-severe disease refractory to topical therapy, narrow-band UVB (wavelength = 311 
nm) is the most commonly used phototherapy. It should be administered two to three times per week. 
Adverse effects include erythema, burns, photoaging and increased skin cancer risk. 


If phototherapy is contraindicated, currently available systemic agents include systemic corticosteroids, 
cyclosporine A, methotrexate, azathioprine and mycophenolate mofetil. Other than systemic corticosteroids, 
these are all used off label for AD. Cyclosporine A is an immunosuppressant that acts as a systemic 
calcineurin inhibitor. Adverse effects include hypertension, renal dysfunction, and increased infection risk. 
Methotrexate, azathioprine, and mycophenolate are antimetabolite immunosuppressants. Adverse effects 
include hepatotoxicity, cytopenia, and increased infection risk. Furthermore, methotrexate should be used in 
conjunction with folic acid supplementation to reduce the risk of hematologic adverse events. 


In patients who experience significant sleep impairment leading to daytime disruption, adjunctive treatment 
with first-generation oral antihistamines (e.g. hydroxyzine or diphenhydramine) may be used. 


In pregnancy, moisturizers remain the mainstay of treatment for prevention and mild-moderate topical 
corticosteroids for flare-ups. UVB and TCI are second-line therapy. Systemic agents should only be used in 
the most severe cases after careful discussion and require close monitoring. Methotrexate is contraindicated 
in pregnancy. 

The goals of therapy are to control dermatitis and pruritus, prevent flare recurrence, minimize adverse effects, 
and minimize non-adherence. 


Referral to a primary care practitioner is necessary if AD remains unresolved despite appropriate therapy, 
there is evidence of an infection, there is significant psychosocial disruption (e.g. poor sleep, compromised 
ability to attend school or work), there is a frequent recurrence of flares, or there are concerns regarding 
adverse effects. 


Table 1. Outline of available treatments in atopic dermatitis 


í Type [ Class Examples 
Low-potency 
+ Hydrocortisone acetate 1% cream/ointment 


+ Desonide 0.05% cream/ointment 
Mid-potency 
+ Betamethasone valerate 0.05% or 0.1% cream/ointment 
+ Mometasone furoate 0.1% cream 
+ Hydrocortisone valerate 0.2% cream/ointment 


High-potency 
+ Fluocinonide 0.05% cream/ointment/gel 


Topical Corticosteroid 


+ Mometasone furoate 0.1% ointment 


+ Desoximetasone 0.25% cream/ointment/gel 


very-myri povericy 
+ Betamethasone dipropionate glycol 0.05% ointment 


+ Clobetasol propionate 0.05% cream/ointment 


Halobetasol propionate 0.05% cream/ointment 


Tacrolimus 0.03% ointment 


Tacrolimus 0.1% ointment 


Topical Calcineurin Inhibitor 
Pimecrolimus 1% cream 


Narrow-band UVB (311 nm) 


Topical Phototherapy Broad-band UVB 


Psoralen + UVA photochemotherapy 


Systemic Corticosteroid + Prednisone 
Systemic Calcineurin Inhibitor + Cyclosporine A 

+ Methotrexate 
Systemic Anti-metabolite + Azathioprine 

+» Mycophenolate mofetil 


RATIONALE: 
Correct Answer: 


* EC should switch to hydrocortisone valerate 0.2% cream twice daily because it is more potent than 
hydrocortisone acetate 1% cream - Hydrocortisone valerate 0.2% cream is a mid-potency 
corticosteroid, which is preferred over low-potency corticosteroids for application onto body areas. 


Incorrect Answers: 


* EC should increase her use of hydrocortisone acetate 1% cream to four times daily for another 
month - For atopic dermatitis, once to twice daily application of a TCS is sufficient. Since the lesions 
have not healed after several weeks of using hydrocortisone acetate 1% cream, therapy should be 
escalated. 


EC should get a prescription for tacrolimus 0.1% ointment twice daily and use it in conjunction with 
hydrocortisone acetate 1% cream twice daily - Combining calcineurin inhibitors and topical 
corticosteroids does not appear to confer benefit over topical corticosteroids alane. 


EC should receive UVB phototherapy because it is likely to be effective given her clinical 
presentation - UVB phototherapy is second-line therapy and would be an appropriate option only 
after EC has received an adequate trial of a mid-potency corticosteroid. 


TAKEAWAY/KEY POINTS: 


For face and intertriginous folds, use a low-potency TCS. For body and scalp, use a mid-potency TCS. For 
palms and soles, use a high-potency TCS. 


REFERENCE: 


[1] Wong ITY, Tsuyuki RT, Cresswell-Melville A, Drucker AM. Guidelines for the management of atopic 
dermatitis (eczema) for pharmacists. Can Pharm J (Ott). 2017;150(50):285-297. doi: 
10.1177/1715163517710958. 

[2] Weinstein M. Atopic Dermatitis. In: Compendium of Therapeutic Choices. Ottawa, ON: Canadian 
Pharmacists Association. https://myrxtx.ca. 


The correct answer is: EC should switch to hydrocortisone valerate 0.2% cream twice daily because it is more 
potent than hydrocortisone acetate 1% cream 


Question 4 All of the following are appropriate times to refer EC ta a medical doctor, EXCEPT: 

D: 51148 

ore Select one: 
EC achieves remission on mid- bade 7; 

Send Feedba potency tabNeliedttitosteroids but Rose Wang (ID: 113212) this answer is correct. Flares are 
experiences a flare-up six months common in individuals with eczema and a referral is not 
Ee required if symptoms can be managed by drug therapy. 


EG remains unresponsive to therapy % 
EC experiences a skin infection secondary to her eczema % 


EC experiences poor sleep due to her eczema % 


Marks for this submission: 1.0/1.0, 


TOPIC: Atopic Dermatitis 


LEARNING OBJECTIVE: 
To learn when to refer a patient to their primary care practitioner in AD. 


BACKGROUND: 


Atopic dermatitis (AD), commonly known as eczema, is a chronic, pruritic, inflammatory skin condition. In 
addition, it is possible to develop a bacterial infection in the area affected by AD. Approximately 20% of 
children and 10% of adults experience eczema. 


The etiology involves skin barrier defects and dysregulation of the immune system. The diagnosis is based on 
clinical signs and symptoms. AD is characterized by erythematous, xerotic (dry), scaly papules and plaques. 
The distribution of lesions may involve the face, periocular, neck, flexor and extensor regions. Symptoms 
include pruritus, dry skin, edema, excoriations, lichenification, and oozing. In addition, itching associated with 
AD often leads to discomfort and poor sleep. 


For treatment, minimum twice-daily application of unscented, non-irritating, pH-balanced, and 
hypoallergenic moisturizers and immediately after baths or showers is recommended. This is to repair the 
defective skin barrier. Warm rather than hot water should be used for bathing. Daily moisturizer use has been 
found to reduce the incidence of AD flares and the need for topical corticosteroids (TCS). 


Environmental irritants include wool, dry heat, solvents, detergents, and perfumes, so these triggers should 
be avoided as much as possible. 


Several types of moisturizers may be used. Occlusive agents (e.g. petrolatum) prevent water loss from the 
skin barrier. Emollients (e.g. ceramides and linoleic acid) work by enhancing skin flexibility and suppleness. 
Humectants (e.g. urea, glycine) draw water from the environment onto the skin. The choice of therapy 
depends on patient preference, tolerability, cost, mechanism of action, degree of AD severity, and affected 
location on the body. The Eczema Society of Canada has a Seal of Acceptance program, which allows 
products that have undergone a formulation review by dermatologists to display a seal on their packaging. 


Topical anti-inflammatory treatment is the mainstay of treatment for mild-moderate AD. TCS are first-line 
therapy and TCI (topical calcineurin inhibitors) are second-line therapy. Combining TCI and TCS does not 
appear to confer benefit over TCS alone. 


TCS decreases inflammatory mediatory activity. Although often prescribed for twice-daily use, the once-daily 
application is just as effective and may minimize the risk of adverse events. The potency (i.e. low, mid, high) 
of TCS depends on body location and lesion severity. In general, low-potency TCS should be used for actively 
inflamed areas of the face and intertriginous folds and mid-potency TCS for other parts of the body. High- 
potency TCS may be used for thick lesions or areas of the palms and soles. If the lesion does not improve 
after 2-4 weeks of daily application, they should be referred to their primary care provider or dermatologist. 


TCS adverse effects are rare. Topical side effects may involve skin atrophy, striae, rosacea, perioral dermatitis 
may occur. Periocular use can result in cataracts and glaucoma. Systemic effects may involve HPA 
(hypothalamus-pituitary-adrenal) axis suppression but this is very rare with the use of topical agents only. 
The risk of adverse effects depends on the skin location, as well as the potency, frequency and duration of 
TCS use. 


TCI are an effective alternative to TCS therapy. TCI are nonsteroidal immunomodulators that reduce 
inflammation through inhibition of T cells and inflammatory cytokine production. In terms of anti- 
inflammatory action, tacrolimus 0.1% is considered equivalent to a mid-potency TCS. Tacrolimus 0.03% was 
not found to be as effective as a mid-potency TCS but was found to be more effective than a low-potency 
TCS. The clinical role of pimecrolimus 1% remains unclear, as it was found to be less effective than mid- and 
high-potency TCS and there is an absence of key head-to-head studies with low-potency corticosteroids. 
Although second-line, TCI have a favourable safety profile and are often used off label as steroid-sparing 
therapy. The adverse effects of TCI include transient itching and burning sensations when applied to lesions. 


For patients with moderate-severe disease refractory to topical therapy, narrow-band UVB (wavelength = 311 
nm) is the most commonly used phototherapy. It should be administered two to three times per week. 
Adverse effects include erythema, burns, photoaging and increased skin cancer risk. 


If phototherapy is contraindicated, currently available systemic agents include systemic corticosteroids, 
cyclosporine A, methotrexate, azathioprine and mycophenolate mofetil. Other than systemic corticosteroids, 
these are all used off label for AD. Cyclosporine A is an immunosuppressant that acts as a systemic 
calcineurin inhibitor. Adverse effects include hypertension, renal dysfunction, and increased infection risk. 
Methotrexate, azathioprine, and mycophenolate are antimetabolite immunosuppressants. Adverse effects 
include hepatotoxicity, cytopenia, and increased infection risk. Furthermore, methotrexate should be used in 
conjunction with folic acid supplementation to reduce the risk of hematologic adverse events. 


In patients who experience significant sleep impairment leading to daytime disruption, adjunctive treatment 
with first-generation oral antihistamines (e.g. hydroxyzine or diphenhydramine) may be used. 


In pregnancy, moisturizers remain the mainstay of treatment for prevention and mild-moderate topical 
corticosteroids for flare-ups. UVB and TCI are second-line therapy. Systemic agents should only be used in 
the most severe cases after careful discussion and require close monitoring. Methotrexate is contraindicated 
in pregnancy. 

The goals of therapy are to control dermatitis and pruritis, prevent flare recurrence, minimize adverse effects, 
and minimize non-adherence. 


Referral to a primary care practitioner is necessary if AD remains unresolved despite appropriate therapy, 
there is evidence of an infection, there is significant psychosocial disruption (e.g. poor sleep, compromised 
ability to attend school or work), there is a frequent recurrence of flares, or there are concerns regarding 
adverse effects. 


Table 1. Outline of available treatments in atopic dermatitis 


[Type Class Examples 


Low-potency 
+ Hydrocortisone acetate 1% cream/ointment 


+ Desonide 0.05% cream/ointment 


Mid-potency 
+ Betamethasone valerate 0.05% or 0.1% cream/ointment 


+ Mometasone furoate 0.1% cream 
+ Hydrocortisone valerate 0.2% cream/ointment 


High-potency 
+ Fluocinonide 0.05% cream/ointment/gel 


Topical Corticosteroid 


+ Mometasone furoate 0.1% ointment 

+ Desoximetasone 0.25% cream/ointment/gel 
Very-high potency 

+ Betamethasone dipropionate glycol 0.05% ointment 

+ Clobetasol propionate 0.05% cream/ointment 


+ Halobetasol propionate 0.05% cream/ointment 


+ Tacrolimus 0.03% ointment 


Topical —_Calcineurin Inhibitor e Tacrolimus 0.1% ointment 


+ Pimecrolimus 1% cream 


+ Narrow-band UVB (311 nm) 


Topical Phototherapy o Bets EUNE 


+ Psoralen + UVA photochemotherapy 


Systemic Corticosteroid + Prednisone 


Systemic Calcineurin Inhibitor * Cyclosporine A 


+ Methotrexate 


Systemic Anti-metabolite + Azathioprine 


» Mycophenolate mofetil 


RATIONALE: 
Correct Answer: 


e EC achieves remission on mid-potency topical corticosteroids but experiences a flare-up six months 
later - Flares are common in individuals with eczema and a referral is not required if symptoms can be 
managed by drug therapy. 


Incorrect Answers: 


+ EC remains unresponsive to therapy - Further assessment and a new prescription (e.g. higher potency 
TCS) may be necessary. 


e EC experiences a skin infection secondary to her eczema - Further assessment and anti-infectives 
(e.g. antibiotic or antiviral) may be necessary. 


* EC experiences poor sleep due to her eczema - Significant psychosocial disruption (e.g. poor sleep, 
compromised ability to attend school or work) are signs for a referral. 


TAKEAWAY/KEY POINTS: 


Referral to a primary care practitioner is necessary if AD remains unresolved despite appropriate therapy, 
there is evidence of an infection, there is significant psychosocial disruption (e.g. poor sleep, compromised 
ability to attend school or work), there is a frequent recurrence of flares, or there are concerns regarding 
adverse effects. 


REFERENCE: 


[1] Wong ITY, Tsuyuki RT, Cresswell-Melville A, Drucker AM. Guidelines for the management of atopic 
dermatitis (eczema) for pharmacists. Can Pharm J (Ott). 2017;150(50):285-297. doi: 
10.1177/1715163517710958. 

[2] Weinstein M. Atopic Dermatitis. In: Compendium of Therapeutic Choices, Ottawa, ON: Canadian 
Pharmacists Association. https://myrxtx.ca. 


The correct answer is: EC achieves remission on mid-potency topical corticosteroids but experiences a flare- 
up six months later 


uuesuon > ECis started on betamethasone valerate 0.1% cream twice daily. 
m:s150 


Corect By when do you expect the lesions to improve? 


Select one: 


1 {v 
Orth Rose Wang (ID:113212) this answer is correct. Lesions should improve after 2-4 weeks, so 
this is a reasonable time to reassess. 


2 months X. 
3 months X 
6 months X 


Mars for this submission: 1.0/1.0. 
TOPIC: Atopic Dermatitis 


LEARNING OBJECTIVE: 


To learn when to expect improvement in atopic dermatitis 


BACKGROUND: 


Atopic dermatitis (AD), commonly known as eczema, is a chronic, pruritic, inflammatory skin condition. In 
addition, it is possible to develop a bacterial infection in the area affected by AD. Approximately 20% of 
children and 10% of adults experience eczema. 


The etiology involves skin barrier defects and dysregulation of the immune system. The diagnosis is based on 
clinical signs and symptoms. AD is characterized by erythematous, xerotic (dry), scaly papules and plaques. 
The distribution of lesions may involve the face, periocular, neck, flexor and extensor regions. Symptoms 
include pruritus, dry skin, edema, excoriations, lichenification, and oozing. In addition, itching associated with 
AD often leads to discomfort and poor sleep. 


For treatment, minimum twice-daily application of unscented, non-irritating, pH-balanced, and 
hypoallergenic moisturizers and immediately after baths or showers is recommended. This is to repair the 
defective skin barrier. Warm rather than hot water should be used for bathing. Daily moisturizer use has been 
found to reduce the incidence of AD flares and the need for topical corticosteroids (TCS). 


Environmental irritants include wool, dry heat, solvents, detergents, and perfumes, so these triggers should 
be avoided as much as possible. 


Several types of moisturizers may be used. Occlusive agents (e.g. petrolatum) prevent water loss from the 
skin barrier. Emollients (e.g. ceramides and linoleic acid) work by enhancing skin flexibility and suppleness. 
Humectants (e.g. urea, glycine) draw water from the environment onto the skin. The choice of therapy 
depends on patient preference, tolerability, cost, mechanism of action, degree of AD severity, and affected 
location on the body. The Eczema Society of Canada has a Seal of Acceptance program, which allows 
products that have undergone a formulation review by dermatologists to display a seal on their packaging. 


Topical anti-inflammatory treatment is the mainstay of treatment for mild-moderate AD. TCS are first-line 
therapy and TCI (topical calcineurin inhibitors) are second-line therapy. Combining TCI and TCS does not 
appear to confer benefit over TCS alone. 


TCS decreases inflammatory mediatory activity. Although often prescribed for twice-daily use, the once-daily 
application is just as effective and may minimize the risk of adverse events. The potency (i.e. low, mid, high) 
of TCS depends on body location and lesion severity. In general, low-potency TCS should be used for actively 
inflamed areas of the face and intertriginous folds and mid-potency TCS for other parts of the body. High- 
potency TCS may be used for thick lesions or areas of the palms and soles. If the lesion does not improve 
after 2-4 weeks of daily application, they should be referred to their primary care provider or dermatologist. 


TCS adverse effects are rare. Topical side effects may involve skin atrophy, striae, rosacea, perioral dermatitis 
may occur. Periocular use can result in cataracts and glaucoma. Systemic effects may involve HPA 
(hypothalamus-pituitary-adrenal) axis suppression but this is very rare with the use of topical agents only. 
The risk of adverse effects depends on the skin location, as well as the potency, frequency and duration of 
TCS use. 


TCI are an effective alternative to TCS therapy. TCI are nonsteroidal immunomodulators that reduce 
inflammation through inhibition of T cells and inflammatory cytokine production. In terms of anti- 
inflammatory action, tacrolimus 0.1% is considered equivalent to a mid-potency TCS. Tacrolimus 0.03% was 
not found to be as effective as a mid-potency TCS but was found to be more effective than a low-potency 
TCS. The clinical role of pimecrolimus 1% remains unclear, as it was found to be less effective than mid- and 
high-potency TCS and there is an absence of key head-to-head studies with low-potency corticosteroids. 
Although second-line, TCI have a favourable safety profile and are often used off label as steroid-sparing 
therapy. The adverse effects of TCI include transient itching and burning sensations when applied to lesions. 


For patients with moderate-severe disease refractory to topical therapy, narrow-band UVB (wavelength = 311 
nm) is the most commonly used phototherapy. It should be administered two to three times per week. 
Adverse effects include erythema, burns, photoaging and increased skin cancer tisk. 


If phototherapy is contraindicated, currently available systemic agents include systemic corticosteroids, 
cydosporine A, methotrexate, azathioprine and mycophenolate mofetil. Other than systemic corticosteroids, 
these are all used off label for AD. Cyclosporine A is an immunosuppressant that acts as a systemic 
calcineurin inhibitor. Adverse effects include hypertension, renal dysfunction, and increased infection risk. 
Methotrexate, azathioprine, and mycophenolate are antimetabolite immunasuppressants. Adverse effects 
include hepatotoxicity, cytopenia, and increased infection risk. Furthermore, methotrexate should be used in 
conjunction with folic acid supplementation to reduce the risk of hematologic adverse events. 


Fluocinonide, cyclosporine A, and mycophenolate are not contraindicated in pregnancy but should be closely 
monitored. Methotrexate is contraindicated in pregnancy. 


In patients who experience significant sleep impairment leading to daytime disruption, adjunctive treatment 
with first-generation oral antihistamines (e.g. hydroxyzine or diphenhydramine) may be used. 


In pregnancy, moisturizers remain the mainstay of treatment tor prevention and mild-moderate topical 
corticosteroids for flare-ups. UVB and TCI are second-line therapy. Systemic agents should only be used in 
the most severe cases after careful discussion and require close monitoring. Methotrexate is contraindicated 
in pregnancy. 

The goals of therapy are to control dermatitis and pruritus, prevent flare recurrence, minimize adverse effects, 
and minimize non-adherence. 


Referral to a primary care practitioner is necessary if AD remains unresolved despite appropriate therapy, 
there is evidence of an infection, there is significant psychosocial disruption (e.g. poor sleep, compromised 
ability to attend school or work), there is a frequent recurrence of flares, or there are concerns regarding 
adverse effects. 


Table 1. Outline of available treatments in atopic dermatitis 


Type Class [ Examples 


Low-potency 
+ Hydrocortisone acetate 1% cream/ointment 


+ Desonide 0.05% cream/ointment 

Mid-potency 
+ Betamethasone valerate 0.05% or 0.1% cream/ointment 
» Mometasone furoate 0.1% cream 


+ Hydrocortisone valerate 0.2% cream/ointment 


Topical Corticosteroid High-potency 


+ Fluocinonide 0.05% cream/ointment/gel 

+ Mometasone furoate 0.1% ointment 

+ Desoximetasone 0.25% cream/ointment/gel 
Very-high potency 

+ Betamethasone dipropionate glycol 0.05% ointment 


+ Clobetasol propionate 0.05% cream/ointment 


Halobetasol propionate 0.05% cream/ointment 


Tacrolimus 0.03% ointment 


Tacrolimus 0.1% ointment 


Topical Calcineurin Inhibitor 
Pimecrolimus 1% cream 


Narrow-band UVB (311 nm) 


Topical © Phototherapy Broad band UVB 


Psoralen + UVA photochemotherapy 


Systemic Corticosteroid e Prednisone 
Systemic Calcineurin Inhibitor * Cyclosporine A 

+ Methotrexate 
Systemic Anti-metabolite + Azathioprine 

+ Mycophenolate mofetil 


RATIONALE: 
Correct Answer: 


e 1 month - Lesions should improve after 2-4 weeks, so this is a reasonable time to reassess. 


Incorrect Answers: 
© 2 months - This is not the most reasonable time to expect lesions to improve. 
© 3 months - This is not the most reasonable time to expect lesions to improve. 
* 6 months - This is not the most reasonable time to expect lesions to improve. 


TAKEAWAY/KEY POINTS: 


Lesions in AD should improve after 2-4 weeks of regular treatment. If the lesion does not improve after 2-4 
weeks of treatment, the patient should be referred to their primary care provider or dermatologist. 


Question 6 


1D:51142 


Incorrect 


REFERENCE: 


[1] Wong ITY, Tsuyuki RT, Cresswell-MeWville A, Drucker AM. Guidelines for the management of atopic 
dermatitis (eczema) for pharmacists. Can Pharm J (Ott). 2017;150(50):285-297. doi: 
10.1177/1715163517710958. 

[2] Weinstein M. Atopic Dermatitis. In: Compendium of Therapeutic Choices. Ottawa, ON: Canadian 
Pharmacists Association. https://myrxtx.ca. 


The correct answer is: 1 month 


Which of the following treatments for atopic dermatitis must be avoided in pregnancy? 


Select one: 
Fluocinonide % 
Cyclosporine % x 5 
A Rose Wang (ID:113212) this answer is incorrect. Fluocinonide, cyclosporine A, and 

prednisone are not contraindicated in pregnancy but should be closely monitored. 


Prednisone % 
Methotrexate Y 


Marks for this submission: 0.0/1.0, 


TOPIC: Atopic Dermatitis 


LEARNING OBJECTIVE: 
To become familiar with appropriate treatment options for atopic dermatitis in pregnancy. 


BACKGROUND: 


Atopic dermatitis (AD), commonly known as eczema, is a chronic, pruritic, inflammatory skin condition. In 
addition, it is possible to develop a bacterial infection in the area affected by AD. Approximately 20% of 
children and 10% of adults experience eczema. 


The etiology involves skin barrier defects and dysregulation of the immune system. The diagnosis is based on 
clinical signs and symptoms. AD is characterized by erythematous, xerotic (dry), scaly papules and plaques. 
The distribution of lesions may involve the face, periocular, neck, flexor and extensor regions. Symptoms 
include pruritus, dry skin, edema, excoriations, lichenification, and oozing. In addition, itching associated with 
AD often leads to discomfort and poor sleep. 


For treatment, minimum twice-daily application of unscented, non-irritating, pH-balanced, and 
hypoallergenic moisturizers and immediately after baths or showers is recommended. This is to repair the 
defective skin barrier. Warm rather than hot water should be used for bathing. Daily moisturizer use has been 
found to reduce the incidence of AD flares and the need for topical corticosteroids (ICS). 


Environmental irritants include wool, dry heat, solvents, detergents, and perfumes, so these triggers should 
be avoided as much as possible. 


Several types of moisturizers may be used. Occlusive agents (e.g. petrolatum) prevent water loss from the 
skin barrier. Emollients (e.g. ceramides and linoleic acid) work by enhancing skin flexibility and suppleness. 
Humectants (e.g. urea, glycine) draw water from the environment onto the skin. The choice of therapy 
depends on patient preference, tolerability, cost, mechanism of action, degree of AD severity, and affected 
location on the body. The Eczema Society of Canada has a Seal of Acceptance program, which allows 
products that have undergone a formulation review by dermatologists to display a seal on their packaging. 


Topical anti-inflammatory treatment is the mainstay of treatment for mild-moderate AD. TCS are first-line 
therapy and TCI (topical calcineurin inhibitors) are second-line therapy. Combining TCI and TCS does not 
appear to confer benefit over TCS alone. 


TCS decreases inflammatory mediatory activity. Although often prescribed for twice-daily use, the once-daily 
application is just as effective and may minimize the risk of adverse events. The potency (ie. low, mid, high) 
of TCS depends on body location and lesion severity. In general, low-potency TCS should be used for actively 
inflamed areas of the face and intertriginous folds and mid-potency TCS for other parts of the body. High- 
potency TCS may be used for thick lesions or areas of the palms and soles. If the lesion does not improve 
after 2-4 weeks of daily application, they should be referred to their primary care provider or dermatologist. 


TCS adverse effects are rare. Topical side effects may involve skin atrophy, striae, rosacea, perioral dermatitis 
may occur. Periocular use can result in cataracts and glaucoma. Systemic effects may involve HPA 
(hypothalamus-pituitary-adrenal) axis suppression but this is very rare with the use of topical agents only. 
The risk of adverse effects depends on the skin location, as well as the potency, frequency and duration of 
TCS use. 


TCI are an effective alternative to TCS therapy. TCI are nonsteroidal immunomodulators that reduce 
inflammation through inhibition of T cells and inflammatory cytokine production. In terms of anti- 
inflammatory action, tacrolimus 0.1% is considered equivalent to a mid-potency TCS. Tacrolimus 0.03% was 
not found to be as effective as a mid-potency TCS but was found to be more effective than a low-potency 
TCS. The clinical role of pimecrolimus 1% remains unclear, as it was found to be less effective than mid- and 
high-potency TCS and there is an absence of key head-to-head studies with low-potency corticosteroids. 
Although second-line, TCI have a favourable safety profile and are often used off label as steroid-sparing 
therapy. The adverse effects of TCI include transient itching and burning sensations when applied to lesions. 


For patients with moderate-severe disease refractory to topical therapy, narrow-band UVB (wavelength = 311 
nm) is the most commonly used phototherapy. It should be administered two to three times per week. 
Adverse effects include erythema, burns, photoaging and increased skin cancer tisk. 


If phototherapy is contraindicated, currently available systemic agents include systemic corticosteroids, 
cyclosporine A, methotrexate, azathioprine and mycophenolate mofetil. Other than systemic corticosteroids, 
these are all used off label for AD. Cyclosporine A is an immunosuppressant that acts as a systemic 
calcineurin inhibitor. Adverse effects include hypertension, renal dysfunction, and increased infection risk. 
Methotrexate. azathioprine. and mvconhenolate are antimetabolite immunosunpressants. Adverse effects 


include hepatotoxicity, cytopenia, and increased infection risk. Furthermore, methotrexate should be used in 
conjunction with folic acid supplementation to reduce the risk of hematologic adverse events. 


Fluocinonide, cyclosporine A, and prednisone are not contraindicated in pregnancy but should be closely 
monitored. Methotrexate and mycophenolate are contraindicated in pregnancy. 


In patients who experience significant sleep impairment leading to daytime disruption, adjunctive treatment 
with first-generation oral antihistamines (e.g. hydroxyzine or diphenhydramine) may be used. 


In pregnancy, moisturizers remain the mainstay of treatment for prevention and mild-moderate topical 
corticosteroids for flare-ups. UVB and TCI are second-line therapy. Systemic agents should only be used the 
most severe cases after careful discussion and require close monitoring. Methotrexate is contraindicated in 
pregnancy. 

The goals of therapy are to control dermatitis and pruritis, prevent flare recurrence, minimize adverse effects, 
and minimize non-adherence. 


Referral to a primary care practitioner is necessary if AD remains unresalved despite appropriate therapy, 
there is evidence of an infection, there is significant psychosocial disruption (e.g. poor sleep, compromised 
ability to attend school or work), there is a frequent recurrence of flares, or there are concerns regarding 
adverse effects. 


Table 1. Outline of available treatments in atopic dermatitis 


Type Class Examples 


Low-potency 


+ Hydrocortisone acetate 1% cream/ointment 

+ Desonide 0.05% cream/ointment 
Mid-potency 

+ Betamethasone valerate 0.05% or 0.1% cream/ointment 

+ Mometasone furoate 0.1% cream 

+ Hydrocortisone valerate 0.2% cream/ointment 

Topical Corticosteroid High-potency 

+ Fluocinonide 0.05% cream/ointment/gel 

+ Mometasone furoate 0.1% ointment 

+ Desoximetasone 0.25% cream/ointment/gel 
Very-high potency 

+ Betamethasone dipropionate glycol 0.05% ointment 


+ Clobetasol propionate 0.05% cream/ointment 


Halobetasol propionate 0.05% cream/ointment 


Tacrolimus 0.03% ointment 


Tacrolimus 0.1% ointment 


Topical Calcineurin Inhibitor 
Pimecrolimus 1% cream 


Narrow-band UVB (311 nm) 


Topical Phototherapy Broad-band UVB 


Psoralen + UVA photochemotherapy 


Prednisone 


Systemic Corticosteroid 


Systemic Calcineurin Inhibitor Gydosponne A 


Methotrexate 


Systemic Anti-metabolite Azathioprine 


Mycophenolate mofetil 


RATIONALE: 


Correct Answer: 
* Methotrexate - Methotrexate is contraindicated in pregnancy. 
Incorrect Answers: 


e Fluocinonide - Fluocinonide, cyclosporine A, and prednisone are not contraindicated in pregnancy but 
should be closelv monitored. 


Question 7 
1D: 51152 
Incorrect 

Y Fiag question 


Send Feedback 


e Cyclosporine A - Fluocinanide, cyclosporine A, and prednisone are not contraindicated in pregnancy 
but should be closely monitored. 


e Prednisone - Fluocinonide, cyclosporine A, and prednisone are not contraindicated in pregnancy but 
should be closely monitored, 


TAKEAWAY/KEY POINTS: 


Most treatments for atopic dermatitis are relatively safe in pregnancy, with the exception of methotrexate 
and mycophenolate, which are contraindicated. 


REFERENCE: 


[1] Wong ITY, Tsuyuki RT, Cresswell-Melville A, Drucker AM. Guidelines for the management of atopic 
dermatitis (eczema) for pharmacists. Can Pharm J (Ott). 2017;150(50):285-297. doi: 
10.1177/1715163517710958. 

[2] Weinstein M. Atopic Dermatitis. In: Compendium of Therapeutic Choices. Ottawa, ON: Canadian 
Pharmacists Association. https://myrxtx.ca. 


The correct answer is: Methotrexate 


All of the following are goals of therapy for atopic dermatitis, EXCEPT: 


Select one: 


Treat lesions and itching * 
Treat nodules Y 


Prevent *% 
He Rose Wang (ID:113212) this answer is incorrect. Treatment of dermatitis and pruritis, 
Ope prevention of flare recurrence, and minimization of adverse effects and non-adherence 


are the goals of therapy in AD. 


Optimize adherence X 


Marks for this submission: 0.0/1.0. 
TOPIC: Atopic Dermatitis 


LEARNING OBJECTIVE: 
To become familiar with the goals of therapy in atopic dermatitis. 


BACKGROUND: 


Atopic dermatitis (AD), commonly known as eczema, is a chronic, pruritic, inflammatory skin condition. In 
addition, it is possible to develop a bacterial infection in the area affected by AD. Approximately 20% of 
children and 10% of adults experience eczema. 


The etiology involves skin barrier defects and dysregulation of the immune system. The diagnosis is based on 
clinical signs and symptoms. AD is characterized by erythematous, xerotic (dry), scaly papules and plaques. 
The distribution of lesions may involve the face, periacular, neck, flexor and extensor regions. Symptoms 
include pruritus, dry skin, edema, excoriations, lichenification, and oozing. In addition, itching associated with 
AD often leads to discomfort and poor sleep 


For treatment, minimum twice-daily application of unscented, non-irritating, pH-balanced, and 
hypoallergenic moisturizers and immediately after baths or showers is recommended. This is to repair the 
defective skin barrier. Warm rather than hot water should be used for bathing. Daily moisturizer use has been 
found to reduce the incidence of AD flares and the need for topical corticosteroids (TCS). 


Environmental irritants include wool, dry heat, solvents, detergents, and perfumes, so these triggers should 
be avoided as much as possible. 


Several types of moisturizers may be used. Occlusive agents (e.g. petrolatum) prevent water loss from the 
skin barrier. Emollients (e.g. ceramides and linoleic acid) work by enhancing skin flexibility and suppleness. 
Humectants (e.g. urea, glycine) draw water from the environment onto the skin. The choice of therapy 
depends on patient preference, tolerability, cost, mechanism of action, degree of AD severity, and affected 
location on the body. The Eczema Society of Canada has a Seal of Acceptance program, which allows 
products that have undergone a formulation review by dermatologists to display a seal on their packaging. 


Topical anti-inflammatory treatment is the mainstay of treatment for mild-moderate AD. TCS are first-line 
therapy and TCI (topical calcineurin inhibitors) are second-line therapy. Combining TCI and TCS does not 
appear to confer benefit over TCS alone. 


TCS decreases inflammatory mediatory activity. Although often prescribed for twice-daily use, the once-daily 
application is just as effective and may minimize the risk of adverse events. The potency (ie. low, mid, high) 
of TCS depends on body location and lesion severity. In general, low-potency TCS should be used for actively 
inflamed areas of the face and intertriginous folds and mid-poteny TCS for other parts of the body. High- 
potency TCS may be used for thick lesions or areas of the palms and soles. If the lesion does not improve 
after 2-4 weeks of daily application, they should be referred to their primary care provider or dermatologist. 


TCS adverse effects are rare. Topical side effects may involve skin atrophy, striae, rosacea, perioral dermatitis 
may occur. Periocular use can result in cataracts and glaucoma. Systemic effects may involve HPA 
(hypothalamus-pituitary-adrenal) axis suppression but this is very rare with the use of topical agents only. 
The risk of adverse effects depends on the skin location, as well as the potency, frequency and duration of 
TCS use. 


TCI are an effective alternative to TCS therapy. TCI are nonsteroidal immunomodulators that reduce 
inflammation through inhibition of T cells and inflammatory cytokine production. In terms of anti- 
inflammatory action, tacrolimus 0.1% is considered equivalent to a mid-potency TCS. Tacrolimus 0.03% was 
not found to be as effective as a mid-potency TCS but was found to be more effective than a low-potency 


TCS. The clinical role of pimecrolimus 1% remains unclear, as it was found to be less effective than mid- and 
high-potency TCS and there is an absence of key head-to-head studies with low-potency corticosteroids. 
Although second-line, TCI have a favourable safety profile and are often used off label as steroid-soaring 
therapy. The adverse effects of TCI include transient itching and burning sensations when applied to lesions. 


For patients with moderate-severe disease refractory to topical therapy, narrow-band UVB (wavelength = 311 
nm) is the most commonly used phototherapy. It should be administered two to three times per week. 
Adverse effects include erythema, burns, photoaging and increased skin cancer risk. 


If phototherapy is contraindicated, currently available systemic agents include systemic corticosteroids, 
cyclosporine A, methotrexate, azathioprine and mycophenolate mofetil, Other than systemic corticosteroids, 
these are all used off label for AD. Cyclosporine A is an immunosuppressant that acts as a systemic 
calcineurin inhibitor. Adverse effects include hypertension, renal dysfunction, and increased infection risk. 
Methotrexate, azathioprine, and mycophenolate are antimetabolite immunosuppressants. Adverse effects 
include hepatotoxicity, cytopenia, and increased infection risk. Furthermore, methotrexate should be used in 
conjunction with folic acid supplementation to reduce the risk of hematologic adverse events. 


Fluocinonide, cyclosporine A, and mycophenolate are not contraindicated in pregnancy but should be closely 
monitored. Methotrexate is contraindicated in pregnancy. 


In patients who experience significant sleep impairment leading to daytime disruption, adjunctive treatment 
with first-generation oral antihistamines (e.g. hydroxyzine or diphenhydramine) may be used. 


In pregnancy, moisturizers remain the mainstay of treatment for prevention and mild-moderate topical 
corticosteroids for flare-ups. UVB and TCI are second-line therapy. Systemic agents should only be used in 
the most severe cases after careful discussion and require close monitoring. Methotrexate is contraindicated 
in pregnancy. 

The goals of therapy are to control dermatitis and pruritis, prevent flare recurrence, minimize adverse effects, 
and minimize non-adherence. 


Referral to a primary care practitioner is necessary if AD remains unresolved despite appropriate therapy, 
there is evidence of an infection, there is significant psychosocial disruption (e.g. poor sleep, compromised 
ability to attend school or work), there is a frequent recurrence of flares, or there are concerns regarding 
adverse effects. 


Table 1. Outline of available treatments in atopic dermatitis 


[ Type [ Class Examples 


Low-potency 
+ Hydrocortisone acetate 1% cream/ointment 


+ Desonide 0.05% cream/ointment 
Mid-potency 
+ Betamethasone valerate 0.05% or 0.1% cream/ointment 
+ Mometasone furoate 0.1% cream 
+ Hydrocortisone valerate 0.2% cream/ointment 


High-potency 
+ Fluocinonide 0.05% cream/ointment/gel 


Topical Corticosteroid 


+ Mometasone furoate 0.1% ointment 

+ Desoximetasone 0.25% cream/ointment/gel 
Very-high potency 

+ Betamethasone dipropionate glycol 0.05% ointment 


+ Clobetasol propionate 0.05% cream/ointment 


Halobetasol propionate 0.05% cream/ointment 


Tacrolimus 0.03% ointment 


Tacrolimus 0.1% ointment 


Topical Calcineurin Inhibitor 


Pimecrolimus 1% cream 


Narrow-band UVB (311 nm) 
Broad-band UVB 


Topical Phototherapy 


Psoralen + UVA photochemotherapy 


Systemic Corticosteroid + Prednisone 

Systemic Calcineurin Inhibitor + Cyclosporine A 
+ Methotrexate 

Systemic Anti-metabolite + Azathioprine 


Mycophenolate mofetil 


Question 8 
1D: 52854 


Corect 


RATIONALE: 
Correct Answer: 


* Treat nodules - Nodules are not a symptom of atopic dermatitis. 


Incorrect Answers: 


e Treat lesions and itching - Treatment of dermatitis and pruritis, prevention of flare recurrence, and 
minimization of adverse effects and non-adherence are the goals of therapy in AD. 


© Prevent flare-ups - Treatment of dermatitis and pruritis, prevention of flare recurrence, and 
minimization of adverse effects and non-adherence are the goals of therapy in AD. 


© Optimize adherence - Treatment of dermatitis and pruritis, prevention of flare recurrence, and 
minimization of adverse effects and non-adherence are the goals of therapy in AD. 


TAKEAWAY/KEY POINTS: 


The goals of therapy in AD focus on prevention and treatment of flares, safe choice of therapy, and 
adherence to treatment. 


REFERENCE: 


[1] Wong ITY, Tsuyuki RT, Cresswell-Melville A, Drucker AM. Guidelines for the management of atopic 
dermatitis (eczema) for pharmacists. Can Pharm J (Ott). 2017:150(50):285-297. doi: 
10.1177/1715163517710958. 

[2] Weinstein M. Atopic Dermatitis. In: Compendium of Therapeutic Choices, Ottawa, ON: Canadian 
Pharmacists Association. https://myrxtx.ca. 


The correct answer is: Treat nodules 


Which of the following topical corticosteroids is the most potent? 


Select one: 
Hydrocortisone valerate 0.2% cream/ointment * 
Mometasone furoate 0.1% cream * 
Desoximetasone 0.25% cream/ointment/gel * 
Clobetasol propionate -¥ 


0.05%chm/ointment Rose Wang (ID:113212) this answer is correct. Clobetasol propionate 
0.05% cream/oinment is a very-high-potency TCS. 


Marks for this submission: 1.0/1.0. 
TOPIC: Atopic Dermatitis 


LEARNING OBJECTIVE: 


To become familiar with the potencies of different topical corticosteroids used in atopic dermatitis. 


BACKGROUND: 


Atopic dermatitis (AD), commonly known as eczema, is a chronic, pruritic, inflammatory skin condition. In 
addition, it is possible to develop a bacterial infection in the area affected by AD. Approximately 20% of 
children and 10% of adults experience eczema. 


The etiology involves skin barrier defects and dysregulation of the immune system. The diagnosis is based on 
dlinical signs and symptoms. AD is characterized by erythematous, xerotic (dry), scaly papules and plaques. 
The distribution of lesions may involve the face, periocular, neck, flexor and extensor regions. Symptoms 
include pruritus, dry skin, edema, excoriations, lichenification, and oozing. In addition, itching associated with 
AD often leads to discomfort and poor sleep. 


For treatment, minimum twice-daily application of unscented, non-irritating, pH-balanced, and 
hypoallergenic moisturizers and immediately after baths or showers is recommended. This is to repair the 
defective skin barrier. Warm rather than hot water should be used for bathing. Daily moisturizer use has been 
found to reduce the incidence of AD flares and the need for topical corticosteroids (TCS). 


Environmental irritants include wool, dry heat, solvents, detergents, and perfumes, so these triggers should 
be avoided as much as possible. 


Several types of moisturizers may be used. Occlusive agents (e.g. petrolatum) prevents water loss from the 
skin barrier. Emollients (e.g. ceramides and linoleic acid) work by enhancing skin flexibility and suppleness. 
Humectants (e.g. urea, glycine) draw water from the environment onto the skin. The choice of therapy 
depends on patient preference, tolerability, cost, mechanism of action, degree of AD severity, and affected 
location on the body. The Eczema Society of Canada has a Seal of Acceptance program, which allows 
products that have undergone a formulation review by dermatologists to display a seal on their packaging. 


Topical anti-inflammatory treatment is the mainstay of treatment for mild-moderate AD. TCS are first-line 
therapy and TCI (topical calcineurin inhibitors) are second-line therapy. Combining TCI and TCS does not 
appear to confer benefit over TCS alone. 


TCS decreases inflammatory mediatory activity. Although often prescribed for twice-daily use, the once-daily 
application is just as effective and may minimize the risk of adverse events. The potency (i.e. low, mid, high) 
of TCS depends on body location and lesion severity. In general, low-potency TCS should be used for actively 
inflamed areas of the face and intertriginous folds and mid-potency TCS for other parts of the body. High- 
potency TCS mav be used for thick lesions or areas of the palms and soles. If the lesion does not improve 


after 2°4 weeks of daily application, they should be referred to their primary care provider or dermatologist. 


TCS adverse effects are rare. Topical side effects may involve skin atrophy, striae, rosacea, perioral dermatitis 
may occur. Periocular use can result in cataracts and glaucoma. Systemic effects may involve HPA 
(hypothalamus-pituitary-adrenal) axis suppression but this is very rare with the use of topical agents only. 
The risk of adverse effects depends on the skin location, as well as the potency, frequency and duration of 
TCS use. 


TCI are an effective alternative to TCS therapy. TCI are nonsteroidal immunomodulators that reduce 
inflammation through inhibition of T cells and inflammatory cytokine production, In terms of anti- 
inflammatory action, tacrolimus 0.1% is considered equivalent to a mid-potency TCS. Tacrolimus 0.03% was 
not found to be as effective as a mid-potency TCS but was found to be more effective than a low-potency 
TCS. The clinical role of pimecrolimus 1% remains unclear, as it was found to be less effective than mid- and 
high-potency TCS and there is an absence of key head-to-head studies with low-potency corticosteroids. 
Although second-line, TCI have a favourable safety profile and are often used off label as steroid-sparing 
therapy. The adverse effects of TCI include transient itching and burning sensations when applied to lesions. 


For patients with moderate-severe disease refractory to topical therapy, narrow-band UVB (wavelength = 311 
nm) is the most commonly used phototherapy. It should be administered two to three times per week. 
Adverse effects include erythema, burns, photoaging and increased skin cancer tisk. 


If phototherapy is contraindicated, currently available systemic agents include systemic corticosteroids, 
cydosporine A, methotrexate, azathioprine and mycophenolate mofetil. Other than systemic corticosteroids, 
these are all used off label for AD. Cyclosporine A is an immunosuppressant that acts as a systemic 
calcineurin inhibitor. Adverse effects include hypertension, renal dysfunction, and increased infection risk. 
Methotrexate, azathioprine, and mycophenolate are antimetabolite immunasuppressants. Adverse effects 
include hepatotoxicity, cytopenia, and increased infection risk. Furthermore, methotrexate should be used in 
conjunction with folic acid supplementation to reduce the risk of hematologic adverse events. 


Fluocinonide, cyclosporine A, and mycophenolate are not contraindicated in pregnancy but should be closely 
monitored. Methotrexate is contraindicated in pregnancy. 


In patients who experience significant sleep impairment leading to daytime disruption, adjunctive treatment 
with first-generation oral antihistamines (e.g. hydroxyzine or diphenhydramine) may be used. 


In pregnancy, moisturizers remain the mainstay of treatment for prevention and mild-moderate topical 
corticosteroids for flare-ups. UVB and TCI are second-line therapy. Systemic agents should only be used the 
most severe cases after careful discussion and require close monitoring, Methotrexate is contraindicated in 
pregnancy. 

The goals of therapy are to control dermatitis and pruri 
and minimize non-adherence. 


prevent flare recurrence, minimize adverse effects, 


Referral to a primary care practitioner is necessary if AD remains unresolved despite appropriate therapy, 
there is evidence of an infection, there is significant psychosocial disruption (e.g. poor sleep, compromised 
ability to attend school or work), there is a frequent recurrence of flares, or there are concerns regarding 
adverse effects. 


Table 1. Outline of available treatments in atopic dermatitis 


[Type [class [Examples 


Low-potency 
+ Hydrocortisone acetate 1% cream/ointment 


+ Desonide 0.05% cream/ointment 
Mid-potency 
+ Betamethasone valerate 0.05% or 0.1% cream/ointment 
+ Mometasone furoate 0.1% cream 
+ Hydrocortisone valerate 0.2% cream/ointment 


High-potency 
+ Fluocinonide 0.05% cream/ointmentigel 


Topical Corticosteroid 


+ Mometasone furoate 0.1% ointment 
* Desoximetasone 0.25% cream/ointmentigel 
Very-high potency 
+ Betamethasone dipropionate glycol 0.05% ointment 
* Clobetasol propionate 0.05% creanvointment 


+ Halobetasol propionate 0.05% cream/ointment 


+ Tacrolimus 0.03% ointment 


Fy % 
Topical Calcineurin Inhibitor Torak O96 oiae 


+ Pimecrolimus 1% cream 


+ Narrow-band UVB (311 nm) 


Topical Phototherapy eee ape oid 


+ Psoralen + UVA photochemotherapy 


Systemic Corticosteroid > reais: 


Systemic Calcineurin Inhibitor i 


* Methotrexate 


Systemic Anti-metabolite eee 


+ Mycophenolate mofetil 


RATIONALE: 
Correct Answer: 


* Clobetasol propionate 0.05% cream/ointment - Clobetasol propionate 0.05% cream/ointment is a 
very-high potency TCS. 


Incorrect Answers: 


+ Hydrocortisone valerate 0.2% cream/ointment - Hydrocortisone valerate 0.2% cream/ointment is a 
mid-potency TCS. 


e Mometasone furoate 0.1% cream - Mometasone furoate 0.1% cream is a mid-potency TCS. 


+ Desoximetasone 0.25% cream/ointment/gel - Desoximetasone 0.25% cream/ointment/gel is a 
high-potency TCS. 


TAKEAWAY/KEY POINTS: 


TCS, used in the treatment of AD, can be categorized into four different levels of potencies: low-potency, 
mid-potency, high-potency, and very-high potency. Table 1 above shows examples of specific products 
within each category. 


REFERENCE: 


[1] Wong ITY, Tsuyuki RT, Cresswell-Melville A, Drucker AM. Guidelines for the management of atopic 
dermatitis (eczema) for pharmacists. Can Pharm J (Ott). 2017;150(50):285-297. doi: 
10.1177/1715163517710958. 

[2] Weinstein M. Atopic Dermatitis. In: Compendium of Therapeutic Choices. Ottawa, ON: Canadian 
Pharmacists Association. https://myrxtx.ca. 


The correct answer is: Clobetasol propionate 0.05% cream/ointment 
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